). TRAF2 functions also as an obligatory conduit for stimulation of JNK through its MAPK kinase MKK7, promoting phosphorylation of c-Jun and thus increasing AP-1 activity. Unlike TNFR1, TNFR2 binds TRAF2 di-TNF's main function is to stimulate inflammation by turning on gene transcription through the IKK/NFB rectly, hence activating IKK and JNK (Figure 1 ). TRAF2 also recruits ancillary proteins that modulate signaling and JNK/AP-1 signaling cascades. TNF also can trigger apoptosis through caspase-8, but the role and through each TNFR, i.e., cIAP (cellular inhibitor of apoptosis protein) 1 and 2, and TRAF1. cIAP1 supports underlying mechanism of this activity are not fully understood. Here, we review recent data on the role of ubiquitination and degradation of TRAF2, whereas TRAF1 inhibits TNFR2-dependent signaling through an JNK in the regulation of TNF-dependent apoptosis and discuss what is known so far about how cells decide unknown mechanism (Wajant et al., 2003). whether to live or die in response to TNF.

